). The quantification of parasite genetic diversity is an essential component to understand schistosome epidemiology and disease transmission patterns. This genetic diversity could be assessed either at the adult stage (Theron et al. 2004) or, more recently, at the larval stage (Shrivastava et al. 2005; Sorensen et al. 2006) . The use of adult worms to quantify the genetic diversity in the definitive host is only relevant when worms can be directly recovered from naturally infected rodents (Theron et al. 2004 ). The quantification of parasite genetic diversity from intra-human (Brouwer et al. 2001; Curtis et al. 2002; Stohler et al. 2004) or intramolluskan stages (Dabo et al. 1997; Eppert et al. 2002; Sire et al. 2001 ) requires a long time for a passaging through experimental hosts. However, mollusk or vertebrate experimental host may induce a bias due to this host selective pressure. Indeed, such laboratory passage may be predicted to result in genetic bottlenecking of the parasite population and impose selection pressures not encountered in field conditions. Firstly, exposure of individual snails to single miracidia results in only 5 to 50% of successful infections, depending on the parasite strain used (Theron et al. 1997) , thus between 50% and 95% of the parasite genetic diversity is lost. Secondly, as far as the vertebrate host is concerned, it has been shown that passaging through experimental models decreases the parasite genetic diversity in comparison to field isolates (Loverde et al. 1985) . To circumvent ethical, technical and epidemiological disadvantages of the use of experimental hosts, methods for genotyping larvae have been recently proposed (Shrivastava et al. 2005; Sorensen et al. 2006) Mollusks were individually exposed to individual miracidium which all originated from the same mouse. Five weeks later, mollusks were individually placed in spring water and exposed to artificial light to stimulate cercarial release. Ten cercariae derived from mollusks were individually isolated in 5 µl of purified spring water and transferred in a PCR reaction tube using a 20 µl micropipette. The presence of only one cercariae in each tube was checked under a binocular microscope. (iv) One mouse was infected using 120 cercariae. Seven weeks later, the mouse was sacrificed and 10 worms were recovered and individually isolated.
The same DNA extraction procedure was used, for either adult or larval stages.
Before DNA extraction, individual eggs, miracidium, cercariae or adult worms were individually vacuum-dried for 15 minutes in a Speedvac evaporator. Then, 20 µl of NaOH (250 mM) was added to each tube. After a 15 minutes incubation period at 25°C, the tubes were heated at 99°C for 2 minutes. 10 µl HCl (250 mM), 5 µl of Tris-HCl (500 mM) and 5 µl Triton X-100 (2%) were added and a second heat shock at 99°C for 2 minutes was performed. The products were stored at -20°C. The PCR amplifications were performed in duplicate using 5 microsatellite markers (Table 1) Table 2 shows a comparison between our method and the two previous ones (Shrivastava et al. 2005; Sorensen et al. 2006) . Our DNA extraction protocol is efficient on all parasite stages and makes it possible to obtain an extracted DNA for PCR amplification at top speed (15 minutes of incubation), with few handling steps (5) and at a very low cost (1 Euro is sufficient to perform more than 60 000 DNA extraction reactions). This extraction procedure yields 40 µl of DNA from individual egg, miracidium, cercaria or adult that allows for 40 PCR amplifications, according to our protocol. This method could be perform in 96-well microplates allowing several hundreds DNA extractions in one hour. (Rodrigues et al 2007) (Durand et al., 2000) ( Curtis et al., 2001) 
